A 74-year-old male with a history of hypertension and smoking diagnosed with squamous cell carcinoma of the lung in 2017. Due to the advanced stage of the neoplasm at diagnosis (T4N2M0, stage IIIB), the patient was not considered for surgical resection. He was treated with a combination of radiation therapy and platin-based chemotherapy (cisplatin and etoposide). Five days after starting the second cycle of chemotherapy, the patient presented to the emergency department with a several-hour history of cough, nausea, and persistent, nonspecific retrosternal chest pain, together with worsening dyspnea. Physical examination revealed asymmetric femoral pulses and aortic dissection was suspected. The electrocardiogram showed a 1 mm ST segment elevation in the inferior leads. To rule out aortic dissection and the potential involvement of the right coronary artery, computed tomography angiography (CTA) of the chest and abdomen was performed. The CTA showed pulmonary embolism, an occluded right coronary artery, and no aortic dissection ( Figure 1A) . Hypoperfusion of the inferior wall of the left ventricle was also observed ( Figure 1B ). The patient was immediately transferred to the catheterization laboratory. Conventional coronary angiography revealed acute thrombotic occlusion of the right coronary artery, and percutaneous balloon angioplasty and stenting of the right coronary artery was performed ( Figure 2 ). The patient was initially maintained on anticoagulation and dual antiplatelet therapy. Subsequently, the patient developed respiratory complications and sepsis, evolving to death two weeks later.
Cisplatin is one of the most effective cytotoxic chemotherapeutic agents and is widely used in the treatment of solid tumors (1) . Despite its beneficial effects, cisplatin has been associated with acute thrombosis, occasionally in multiple vascular territories, the incidence of cisplatin-associated thrombosis ranging from 0.2% to 12%
(2-4)
. The major mechanisms involved in the development of such thrombosis are endothelial damage, thromboxane production, platelet activation, and platelet aggregation (5) . In addition, thromboembolic events, such as pulmonary thromboembolism and deep venous thrombosis, have been shown to be potential side effects of cisplatin use (6) . Although the underlying neoplasia itself confers a higher risk of thromboembolic events, the reported incidence of such events among patients treated with cisplatin, during the course of treatment and up to four weeks after the last dose, is over 18% (7) . In addition, cisplatin has been detected in the blood 20 years after its use, suggesting that it also increases the risk of cardiac and thromboembolic events in the long term (8) . In the case presented here, thrombosis was identified by CTA in two different vascular territories-in the lung (pulmonary embolism) and heart (coronary thrombosis). Our finding of hypoperfusion of the left ventricular myocardium, which is supplied by the right coronary artery, reflects acute coronary occlusion and corresponds to ST segment changes on the ECG. Although ECG-gated CT is usually the noninvasive method of choice for evaluating coronary artery disease, non-ECG-gated CT of the chest may suffice as a means of providing diagnostic information regarding the patency of the coronary arteries in some cases. In addition, CTA is a widely available method of evaluating the pulmonary arteries and thoracic aorta, highlighting the unique role of CT in patients who are treated with cisplatin and suspected of having experienced a vascular event.
The Heidenhain variant of Creutzfeldt-Jakob disease showed acute, periodic triphasic waves, predominantly in the posterior areas.
CJD, also known as transmissible spongiform encephalopathy or prion disease, is a rare, rapidly progressive neurodegenerative disease with no predilection for gender, preferentially affecting patients between the fifth and eighth decades of life. It can be sporadic, which is the most common form, accounting for 85% of cases; inherited, by various mutations in the prion protein gene; iatrogenic, caused by inoculation of prions with contaminated materials; or in a variant form, which usually results from the transmission of bovine spongiform encephalopathy to humans, usually through the consumption of contaminated meat (1-3) . The typical clinical findings include a rapid decline in cognitive function, followed by myoclonic jerks and akinetic mutism. However, in HvCJD, the classic manifestation is cortical blindness due to involvement of the parieto-occipital
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A 78-year-old man presented with a two-month history of progressive spatial disorientation and altered color perception, without significant behavioral changes or seizures. An ophthalmologic examination showed no alterations. Serological tests for HIV and syphilis were negative. On magnetic resonance imaging (MRI) of the brain, fluid-attenuated inversion recovery (FLAIR) sequences showed a hyperintense signal in the cortical region, most pronounced in the parietal and occipital lobes, together with restricted diffusion (Figure 1 ). There were no signs of involvement of the white matter or basal ganglia; nor was there any contrast enhancement. A diagnosis of Heidenhain variant of Creutzfeldt-Jakob disease (HvCJD) was suggested, and that hypothesis was corroborated by electroencephalography, which 
